Environmental stimuli and life events are often of emotional relevance to the individual. This is due to their recognition and processing by the brain's neural circuits for emotion. In terms of emotion valence, stimuli/events can be neutral (nonemotional), rewarding or aversive. In addition to its basic valence, the salience of an emotional stimulus, that is, how rewarding or how aversive it is, is also of critical importance. Quantitative changes in stimulus reward salience or aversion salience are likely to underlie some major symptoms in stressrelated mental disorders. This includes low reward salience as the basis for diminished interest or pleasure in major depressive disorder (MDD) and for apathy (negative symptoms) in schizophrenia, and high aversion salience as the basis for depressed mood in MDD. Insight into the brain region(s) and cellular microcircuits wherein the saliences of reward and aversion stimuli are set is essential for understanding the neurobiology of emotion in health and mental disorders. Here I review the current evidence for the role of the amygdala in processing reward valence and salience, based on studies conducted in human, monkey and, in particular, rat and mouse. Human BOLD-fMRI studies demonstrate amygdala reactivity to reward and its reduction in MDD and schizophrenia. In monkey, some neurons in the basolateral amygdala (BLA) are responsive to reward, aversion, or both. In rat, BLA reward neurons regulate excitation of nucleus accumbens (NAcc) neurons, whereas chronic stress increases intra-amygdala synaptic activity. In mouse, there are BLA glutamatergic principal reward neurons and aversion neurons. Based on this comparative evidence, this review concludes that the mammalian BLA reward neurons could constitute a major contributor to the neural circuitry of reward salience and a critical node in reward pathology.
This review comes from a themed issue on Apathy and motivation
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Amygdala anatomy and aversion processing
The amygdala is located in the temporal lobe and comprises a complex of subcortical nuclei. In knowledge obtained primarily from rodent studies, it is a major brain region in the neural circuitry of emotion in terms of: inputs received from sensory regions, for example, sensory thalamus, sensory cortex; cellular and microcircuit responding to innate emotional stimuli; learning about and storing memories for the association between neutral to-be-conditioned stimuli and innate emotional stimuli; instigating output of heterogeneous but integrated emotional responses. In terms of emotion valence, research that has provided the current understanding of amygdala function has focussed almost exclusively on aversion. A number of the multiple nuclei that comprise the amygdala are involved [1] . The lateral (LA), basolateral (BLA) and basomedial (BMA) nuclei are often grouped together as the basolateral complex. They have a cortex-like cytoarchitecture, with the neuron population containing about 80% glutamatergic spiny principal neurons and 20% GABA interneurons of various types including parvalbumin-expressing or somatostatin-expressing interneurons [2 ] . The learning paradigm of Pavlovian fear conditioned freezing has been utilized to study amygdala microcircuitry for processing aversion valence stimuli. The LA receives inputs from thalamic and cortical sensory subregions relaying innate aversive stimuli (e.g. footshock, predator odour), as well as neutral stimuli (e.g. tone) that become conditioned due to temporal coincidence with an innate stimulus [3] . In terms of cell firing activity, both principal neurons and GABA interneurons in the LA are responsive -either as excitation or inhibition -to both innate and conditioned aversive stimuli [4] . The LA principal neurons project to glutamate principal neurons and GABA interneurons in the BLA. Aversive-stimulus induced activation of the LA leads to firing of some BLA principal neurons -the latter are referred to as fear neurons in the case that the eliciting stimulus is a tone conditioned to footshock [5] . The central nucleus of the amygdala (CeA) comprises the capsular CeA (CeC) and lateral (CeL) and medial (CeM) divisions of CeA [1] . The CeA is made up of GABA neurons; in the CeL these resemble the medium spiny neurons of the striatum; indeed, each CeA division resembles the striatum in containing relatively few local-circuit (inter)neurons [1,2 ,6] . It has been widely assumed that the LA and BLA principal neurons responsive to aversive valence stimuli project to GABA neurons in CeL and CeM [2 ] . However, recently it was proposed that these BLA aversion neurons actually project to GABA neurons 
